Introduction
Klippel-Feil-Sequence originally described by Klippel and Feil in 1912, the cervical vertebrae are usually fused, although hemi-vertebrae and other defects may also be found [1] . The classic triad of KFS is decreased movement in the affected area, a short neck, and a low hairline. This classic triad is found in less than 50% of patients with KFS.
In addition, many other abnormalities associated with KFS have been described, including brainstem malformations, scoliosis and webbing of the neck, spina bifida, Sprengel deformity, deafness and cardiovascular and renal abnormalities [2] .
Case Report
Our case is a 38-weeks female neonate who was a product of cesarean section and had normal extra uterine transition with normal APGAR scores. In the first few hours of her life, she developed mild respiratory distress that necessitated supplemental oxygen in the first few hours. The mother had no antenatal complications. There was a history of second degree consanguinity between parents without any history of congenital malformation in the family or previous pregnancies. On examination, the neonate had a short neck, low posterior hairline and restricted neck mobility; this was along with a soft mass in the posterior neck region, measuring about 2 × 2 cm (Figure 1 and   2 ). On respiratory system examination mild intercostal and sub-sternal recessions were seen. On auscultation, bilateral crepitation was found. On CNS examination neonatal reflexes were sluggish. Abdominal examination was normal apart from palpable both kidneys. Lateral view neck X-ray revealed a fusion of multiple cervical vertebrae. 
Discussion
Congenital cervical fusion is a result of failure of normal segmentation of the cervical somites during the third to eighth week of life. The skeletal system may not be the only system affected during this time; cardio respiratory, genitourinary, and auditory systems frequently are involved. In most patients, the exact cause is unknown. One proposed cause is a primary vascular disruption during embryonic development that results in fusion of the cervical vertebrae and other associated anomalies. Studies have suggested that this may be an inherited condition in some patients and have found autosomal dominant inheritance in those with C2-3 fusion [3] . Pathogenesis of the disorder likely involve various dominant and recessive genetic mutations, including GDF6, GDF3, MEOX1, and RIPPLY2 which are responsible for transcription regulation and signaling pathways involved in somite development during embryogenesis [4] [5] . Although the prevalence of KFS is very low, it has been related to various anomalies and to fetal alcohol syndrome [6] . Several congenital problems have been associated with congenital fusion of the cervical
